The author reports a case and proposes a hitherto undescribed entity of "idiopathic fibrosing hypertrophic gastritis". This en− tity is characterized by diffuse severe submucosal fibrosis and hypertrophy of the muscularis propria of the stomach, of unknown etiology. This gastritis charac− teristically simulates linitis plastica carci− noma and causes pyloric stenosis, endo− scopically and grossly. A 55−year−old man presented with loss of appetite. His past history and blood data suggested no relevant factors. Endoscopy showed severe pyloric stenosis and strongly suggested linitis plastica carci− noma (l " Fig. 1 a) ; however, biopsies were negative. Total gastrectomy was performed. Pathologic gross examination showed marked thickening of the entire gastric wall (l " Fig. 1 b) . Microscopic ex− amination of the whole stomach showed diffuse marked submucosal fibrosis with inflammation (l " Fig. 1 c) and diffuse se− vere hypertrophy of the muscularis pro− pria (l " Fig. 1 d) . The mucosa was free of ulcers and ulcer scars. No carcinoma cells were recognized on microscopic and im− munohistochemical studies (cytokera− tins, p53, MIB−1, and CEA). Special and immunohistochemical stains showed no amyloid or organisms (Helicobacter py− lori, Spirochaeta spp., Gram−positive bac− teria, acid−fast bacteria, cytomegalovirus, and fungi), so the etiology was unknown. Cases like the present one are extremely rare. Such cases of gastritis simulating li− nitis plastica carcinoma have been re− ported only twice, in corrosive gastritis [1] and in cytomegalovirus gastritis [2] . The etiology of the present case is un− known, and only speculative. Congenital pyloric stenosis is unlikely because of the patient's age. Healed gastric ulcer is un− likely because the patient's past history revealed no relevant factors, and also be− cause it is unlikely that gastric ulcer would lead to severe fibrosis and muscu− lar hypertrophy in the entire stomach. The author speculates that repeated un− known attacking agents caused fibrosis of the gastric walls, causing submucosal fibrosis and pyloric stenosis. To overcome the stenosis, the muscular layer later be− came hypertrophic. This document was downloaded for personal use only. Unauthorized distribution is strictly prohibited.
